Summary:
In 
Introduction
Local cooling augments the vasoconstriction induced by norepinephrine in cutaneous vessels (Vanhoutte and Shepherd, 1970) . In isolated canine saphenous veins Flavahan et al. (1985) recently found that this augmented vasoconstriction is dependent on functional adrenoceptors of the alpha2-subtype.
This observation was also shown to be valid for the physiological vasoconstriction in human finger skin in response to local cooling (Ekenvall et al. 1988 After the cooling procedures, B-HT 933 was introduced iontophoretically (current, 200 microampere; time, 2 min) into the same finger skin areas that were examined earlier to achieve a vasoconstriction mediated by alpha2-adrenoceptor activation.
A modified probe holder for the laser doppler was used allowing simultaneous iontophoresis and measurement of skin blood flow (Lindblad et al. 1986 ).
Subjects: Six men with vibration white finger verified by cold provocation tests (Ekenvall and Lindblad, 1986a) were examined.
Informed consent was obtained from all subjects and the protocol of the study was approved by the local Ethics Committee.
Drugs: Rauwolscine HCl (Carl Roth), 10 mmol/l, and B-HT 933 2HCl (azepexole, Boehringer Ingelheim), 10 mmol/l, were used. The concentrations used were determined from earlier experience. All drug concentrations refer to those in the iontophoresis chamber.
Analyses: Mean blood flow was calculated by a microcomputer (Hewlett Packai d 9856), during 1 min before and during 10s after cooling (Fig. 1) , and during 2 min before and during the fourth and fifth minutes after B-HT 933 administration. The laser doppler gives relative flow values only, and therefore changes in blood flow due to cooling or alpha 2-adrenoceptor agonist administration were calculated as a quotient between the blood flow after and before intervention. The mean quotient of the three cooling experiments within the same skin area was used in the statistical analysis. 
Discussion
In the present experiments an inhibition of the alpha2-adrenoceptors by rauwolscine was obtained, as evidenced by the reduction of the vasoconstriction induced by the alpha2 -adrenoceptor agonist, B-HT 933. Rauwolscine inhibited the vasoconstriction due to local cooling. This extends earlier findings in healthy subjects that vasoconstriction to local cooling is dependent on functional alpha 2-adrenoceptors (Ekenvall et al. 1988 ) to be true also in subjects suffering from vibration white fingers.
It might be argued that the reaction is dependent on an unselective alpha-adrenoceptor inhibition rather than a selective inhibition of alpha-adrenoceptors of the alpha2 subtype. However, based on earlier experiments this is not likely for several reasons.
1. With the experimental parameters drug concentration, current, time) used in the present experiment it has been shown (Lindblad and Ekenvall, 1986 ) that rauwoiscine selectively inhibits alpha2-adrenoceptors with no demonstrable effect on alpha1-adrenoceptors.
2. In healthy men selective inhibition of adrenoceptors of the alphas subtype with doxazosine had only a small effect on cold induced vasoconstriction (which was the reason for omitting alpha1 -adrenoceptor blockade in the present study). Furthermore patients with VWF have a reduced sensitivity to alpha1-adrenoceptor agonists (Ekenvall and Lindblad, 1986b ) making a contribution of alpha1-adrenoceptors further unlikely.
The concept that alpha 2 rather than alpha1-adrenoceptors provide a link to vasoconstriction in response to local cooling is also strongly supported by the experiments of Flavahan et al. (1985) . Using appropriate pharmacological techniques, they showed in the isolated canine saphenous vein that the increased vasocon- Fund.
